lymphadenitis (Lozner, Jolliffe, and Taylor, 1940) , non-specific lymphadenopathy (Conley, Rathbun, Morse, and Robinson, 1948) , rheumatoid arthritis with amyloid deposits in lymph nodes (Collins and Ferriman, 1952) , chronic nephritis and syphilis (Conley et al., 1948) , pemphigus treated by arsenicals (Quick and Stefanini, 1948; Dieter, Spooner, and Pohle, 1949) , dermatitis (Tzanck, Soulier, and Blatrix, 1949) , and myocardial infarction (Singer, Mond, Hyman, and Levy, 1950 (Fig. 1) . With rest and fresh blood transfusion this subsided (Fig. 2) .
Investigations.-Bleeding times were 2 to 3 min. Prothrombin activity was 100%. Platelets numbered 300,000-440,000/c.mm. Haemoglobin was 6.4 g.% and red cells 2,500,000/c.mm. (during haematuria Fig. 4 .
Absence of Antihaemophilic Globulin in Case 1.-At no time was any antihaemophilic globulin activity detected. Even in the early stages, when the anticoagulant was very weak, replacement of the Al(OH)3-treated plasma in the " normal system " by that of the patient resulted in negligible thromboplastin formation (Fig. 5) . The possibility of Factor V deficiency was excluded by the normal prothrombin time.
Ability to Correct the Clotting Defect in Haemophilia.-Initially when the anticoagulant was very weak the ability of the patient's plasma to correct the clotting defect in haemophilia was tested (Fig. 6) . The patient's plasma did not correct the haemophilic abnormality.
Results with Same Tests in Case 2.-This patient differed from Case I in that the anticoagulant finally disappeared. During the active phase of the disease the anticoagulant was clearly demonstrated (Fig. 7) detected. At this time it is of note that, although little inhibitory effect could be detected, the patient's plasma still showed a deficiency of antihaemophilic globulin (Fig. 8) (1950) . It has also been suggested that the anticoagulant in both haemophiliacs and nonhaemophiliacs may be of a similar nature (Quick and Stefanini, 1948; Collins and Ferriman, 1952) . This would imply that the anticoagulant developing apparently spontaneously in non-haemophiliacs may be auto-antibody. By analogy with the autoantibody of acquired haemolytic anaemia a favourable response of at least some cases to cortisone and A.C.T.H. is not a surprising finding.
Summary
Two cases are presented of severe acquired haemorrhagic diathesis occurring in women unassociated with haemophilia or recent pregnancy.
They resemble haemophilia clinically and show a prolonged clotting time with a normal bleeding time.
The thromboplastin generation test revealed an anticoagulant which inhibited thromboplastin formation. It also demonstrated the absence of antihaemophilic globulin activity.
The absence of antihaemophilic globulin activity was related to the presence of the anticoagulant. In the second case disappearance of the anticoagulant coincided with cortisone therapy, after which antihaemophilic globulin activity returned.
